Two years after the diagnosis, while the disease was under good control, a patient with chronic lymphocytic leukaemia (CLL) developed spinal cord compression from an extradural solid tumour composed of leukaemic cells. He was treated successfully with resection of the tumour followed by local radiotherapy and systemic chemotherapy.
Case report A 66 year old man presented with cervical lumps and general malaise of three months' duration. Clinical examination showed generalised superficial lymphadenopathy and an enlarged spleen palpable 3 cm below the costal margin. There were no other abnormal physical signs. A blood count showed the following: haemoglobin 12-8 g/dl; a white cell count of 33-3 x 109/l, with neutrophils 4- Twenty two months after the diagnosis of CLL he developed low back pain which rapidly got worse. Three days later he complained of weakness of his legs and on the next day developed paraplegia and paraesthesia of both legs with a clinically determined concentration of Ll. He had minimal superficial lymphadenopathy and no hepatosplenomegaly. Blood counts showed that the haemoglobin concentration was 13-4 g/dl, the white cell count 19-6 x 109/1, with lymphocytes 15-7 x 109/1, and a platelet count of 169 x 109/1. A chest x ray picture showed no progression of hilar adenopathy. A myelogram showed cord compression at the level of T>11 vertebrae. A specimen of cerebrospinal fluid showed raised protein (1 2 g/l) concentration but a normal cell count. No abnormal cells were seen.
Emergency laminectomy and excision of the lesion, an extradural solid tumour (6 cm x 4cm), was carried out. Histological examination showed a homogeneous mass of well diffferentiated small lymphocytes with no suggestion of nodular configuration and fibrosis. The tumour cells had marker expression similar to that of peripheral blood lymphocytes. After surgery he received local radiotherapy and systemic chemotherapy with cyclophosphamide, vincristine, and prednisolone (CVP) for six months. His neurological deficits improved slowly and he was left with minimal residual paraparesis. His blood count at the end of chemotherapy was as follows: haemoglobin 12-9g/dl; white cell count 6-5 x 109/1, with lymphocytes 3-4 x 109/1; and a platelet count of 141 x 109/1. Residual 
of cord compression caused by CLL the disease was also in the early stages at the time of this complication but the symptoms developed rather slowly-over three months.3 In both these cases the lesion was extradural, which is typical of a metastatic tumour. 4 There have been several other reports of patients who had a more diffuse central nervous system disease as a result ofblast cell infiltration of the brain or spinal cord.258 These patients had various symptoms like dementia, coma, and cerebral nerve palsy but no localised deposits. Post mortem examination in one series showed central nervous system infiltration by blast cells in 10 out of 14 cases of advanced CLL, though none of these patients had any neurological symptoms.9 The predominant lesion in one case of spinal cord disease was perivascular infiltration. 8 Though cord compression is a very rare complication of CLL, it is potentially treatable and early diagnosis provides the best chance for the patient. Our patient showed surgically satisfactory improvement after surgical decompression followed by local radiotherapy. In the other reported case such measures could not be taken because of the delay in the diagnosis and because the disease rapidly proved fatal. 
